Reference is made on pg. 110 to unpublished data which purport to specifically associate the admittedly suggestive morphological features seen with thiamin deficiency. Those data should bear the title given this paper; a better title of the work under discussion would have been more cautious in ascribing the observations exclusively to thiamin deficiency.
Finally, the assertion that the thiamin requirements of rats, chicks and dogs are best expressed as a percentage of the non-fat constituents of the diet has not been found generally useful in the U.S. [2] . Rather, it is the relationship of thiamin content to caloric value which appears pertinent [4] . In fact the dog food described, according to m y calculations, contains about 5.8 kcal/g and is over 5 5 % fat (by weight) according to the authors' analyses. This is exceedingly high in fat (which nutrient in some species actually exerts a thiamin-sparing effect); over 80% of the total calories were being supplied as fat! The N.R.C. [2] recommends a daily thiamin consumption of 2.2 pg/kg body weight; dog 4's dietary thiamin content was stated to be 63 pg/lOO g and if the dog weighed, say, 5 kg it would probably consume about 100 gm daily of such an energy-dense diet. As noted, a 5 kg dog would then require about 110 pg thiamin daily. Thus, on the surface, the actual reported content of 63 pg/100 g might prove inadequate, as the authors state. On the other hand, the high fat diets could have led to vitamin E inadequacy or related abnormalities as well, and since the N.R.C. [2] recommends increased protein content with increasing energy density of a diet, there may have been abnormalities of protein metabolism as well.
Veterinary science and medicine sorely needs more nutritional science; one reason this field has lagged is its difficulty, imprecision, and often retrospective nature as in the paper under discussion. I well know these problems, having experienced them on numerous occasions. Nevertheless, accuracy and rigour in our nutritional studies should be as "stateof-the-art" as is possible.
This interesting pathological finding may yet prove to be the specific manifestation of thiamin deficiency in the dog; the authors used the word 'probably' in the last sentence of the paper. I think it should have been used in the title. Requirements, ed. Graham-Jones; pp. 84, Pergamon Press, Oxford, 1965 To the Editor: Dr. Loew indicates that the title of our paper suggests a specific causeand-effect relationship. We did not mean to imply this. The word "with" is used in the title as a conjunction to convey the idea of an association between the two observations, polioencephalomalacia and thiamine deficiency. We considered inserting the word "associated" but agreed with the editor's decision that it would be redundant. Our statement on the probable etiology of the disease is distinct from the title and is logically placed and clearly stated at the end of our discussion on the differential diagnosis; it is also repeated in the abstract.
Dr. Loew's statement that blood thiamine concentration is "often a poor indicator" of thiamine status is apparently based on observations of normal blood thiamine levels in polioencephalomalacia of ruminants (PEM). We feel this basis is inappropriate because the pathophysiology of thiamine deficiency in PEM is uncertain [7, 81 and it probably differs from that in simple dietary deprivation. For instance, a thiamine analogue may be involved in the pathogenesis of PEM [6, 71 and some thiamine analogues cause displacement of thiamine from tissue and produce normal or increased thiamine levels in urine [lo, 131 and probably also in erythrocytes [ l l ] .
Dr. Loew's statement that erythrocyte transketolase activity is "a much better indicator" of thiamine status in dogs is somewhat misleading and exaggerated in the given context. The article cited in support of this did not report comparative blood thiamine data and, in regard to erythrocyte transketolase activity, the results were inconclusive because tissue thiamine levels of the principals did not significantly differ from the controls. We recognise that erythrocyte transketolase activity has been widely used as an indicator of thiamine status in man and animals [5, 141 including dogs [4] ; but, we are not aware of evidence that indicates blood thiamine concentration is "often a poor indicator". There is evidence, however, to the contrary. It has been demonstrated that the rate of thiamine depletion in whole blood paralleled that in liver and heart in thiamine-deprived rats [9, 121. In other studies [2, 3, 9] , blood thiamine concentration was compared with erythrocyte transketolase activity in rats and man and blood thiamine concentration was concluded the more specific and sensitive index of the two. Finally, a review of the laboratory diagnosis of thiamine deficiency in man concluded that erythrocyte and leucocyte thiamine levels are probably directly related to tissue thiamine content; and it was this relationship that provided an explanation of why erythrocyte transketolase activity appears to reflect tissue reserves of thiamine [14] . These data and conclusions support the validity of our observation of thiamine deficiency.
The thiamine levels of the food of our dog 4 did not make sense because of a printing error: a decimal point was omitted between the numerals 6 and 3.
We considered expressing the thiamine requirement of dog 4 in relation to total caloric intake but felt that this expression would ignore the thiamine-sparing action of the large amount of fat in the food of the dog. This influence of dietary fat on the thiamine requirement is apparently important. One authority [15] concluded that the requirement of man may be expressed per total caloric intake provided fat does not form a large part of
